Introduction
The minimal immunoreaetive structure of the blood group H an- Final fucosylation and synthesis of these two types of precursor chain appear to be under the control of the secretor gene. aldehyde panarosaniline (AP), and galactose oxidase-Schiff stainings were appropriately performed as described in previous reports (10, 12, 24, 33 were reported previously (11, 13, 14) .
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The incubation conditions for the respective enzymes, including endo-a-N-acetylgalactosaminidase, are shown in Table 2 . ci. Figure 1 . Section of submandibular gland from a blood group B secretor (donor no. 739, a 61-year-old male) stained with UEA-l. UEA-l reacts weakly with mucous cells but moderately or strongly with serous cells and striated duct cells.
Results

Serous
Original magnification
x 100. Bar = 200 zm. (11, 12) . Since 3-galactosidase digestion exposed GSA-Il-reactive -GlcNAc residues in these cells, the SBA reactivity in these cells may be due in part to Gal-( 1-3,4)-GlcNAc, which is produced as a precursor of H antigens.
The results obtained in the present study suggest that fucosylated Gab-( 31-3)-GalNAc, which is susceptible to fucosidase digestion, is produced in submandibular serous cells, as in pancreatic acinar cells (13, 14 We have ascribed the histochemieal binding by PNA to the presence ofGab-( 31-3)-GalNAe disaccharides in tissue sections (13, 14) . This is based on the high affinity of PNA in vitro for these disaccharides (20). However, no confirming histochemical evidence has yet been presented that PNA binding sites represent terminal Gab--1 -., -,.
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: 7B . %' _ *.., -5-., . Sections ofsubmandibular gland from a blood group AB secretor (donor no. 753, an 8-year-old male) stained with SBA (A), with SBA after 1-galactosidase digestion (B), with GSA-Il (C), and with GSA-Il after 1-galactosidase digestion(D). Digestion with -galactosidase results in marked diminution 0fSBA reactivity in serous cells, baying the SBA reactivity of mucous cells unaffected.
Simultaneously, GSA-Il reactivity appears in the corresponding serous cells after enzyme digestion. Without enzyme digestion, GSA-Il reactswiththe Golgi zones of serous cells, which are reactive with SBA but not with UEM.
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